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75.7% patients had hypertension history and 33.0% patients had hypokalemia history.
Further, more patients with adrenal hyperplasia had hypokalemia history than that
without adrenal hyperplasia (39.2% vs. 20.7%, P<0.001). The frequency of CC ge-
notype of rs3740835 in KCNJ5 gene was higher in control group rather than that in
adrenal hyperplasia group (67.7% vs.58.2%, P¼0.047), though the signiﬁcance only
reached the boardline. (3) Logistic regression model was constructed to explore the
potential factors that related to CT scan-based adrenal hyperplasia in whole study
population. The results showed that the rs3740835 in KCNJ5 gene [0.642 (0.424-
0.971), P¼0.036] as well as plasma potassium [0.432 (0.261-0.715), P¼0.01] played
protective roles in adrenal hyperplasia, adjusted for body mass index, gender, age.
Conclusions: The rs3740835 variants in KCNJ5 gene as well as plasma potassium
levels were contributing factors to adrenal hyperplasia in patients with PA from
Xinjiang.
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The mechanism research of Compound Danshen dripping pills accuring
myocardial infarction from the TLR4-NF-kB - PECAM-1 pathways
Xu Yingzhi, Junping Zhang
The ﬁrst afﬁliated hospital of Tianjin University of TCM
Objectives: To observe the protection and its mechanism of Compound Danshen
dripping pills on myocardial infarction.
Methods: 50 male Wistar rats were randomly divided into normal group, model
control group, experimental model group, isosorbide dinitrate (ISD) group, Com-
pound Danshen (FFDS) group, 10 rats in each group. The myocardial infarction
models and the model of myocardial infarction with the Qi and blood stasis were
established respectively, and the models rats were treated with isosorbide dinitrate and
Compound Danshen dripping pills intervention. Cardiac ejection fraction, myocardial
infarction, GMP-140 of blood serum and TRL4, TRAF-6, IL-1b, PECAM-1, NF-kB
protein and NF-kB gene expression of myocardial tissue were observated.
Results: After NBT staining, myocardial tissue in the normal group were stained
purple; There were large grey infarcted region in myocardial tissue of each model
group. There were smaller gray infarction area than ISD group and FFDS group. The
ejection fraction (EF) in the model group, signiﬁcantly lower than the normal group;
Compound Danshen dripping pills could improve cardiac function (P<0.01). GMP-
140 of blood serum of FFDS group were lower than that of model group (P<0.05).
Immunohistochemical results shown TRL4, TRAF-6, IL-1b, PECAM-1, NF-kB
protein expression in the normal group was low, the model group were higher than
those in normal group (P<0.01); isosorbide dinitrate and Compound Danshen drip-
ping pills could decrease TRL4, TRAF-6, IL-1b, PECAM-1, NF-kB protein expres-
sion (P<0.01). RT-PCR results show, NF-kB gene level was lowest in the normal
group. NF-kB gene level of FFDS group was lower than that in model group
(P<0.01). Compound Danshen dripping pills could decrease NF-kB gene level
(<0.01).
Conclusions: The effect of Compound Danshen dripping pills on myocardial pro-
tection may be relate to regulation of TRL4/TRAF-6/NF-kB pathway.
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Effects of Simvastatin combined with ezetimibe on atherosclerosis in
ApoE-/- mice
Yang Ping1, Zhou Zhe2, Zhang Zhao-Yan2, Dou Feng-Na2, Zhou Ye1, Yan Mu-Yang1
1Chinese PLA General Hospital, 2Military Medcal Sciences
Objectives: To investigate effects of Simvastatin combined with ezetimibe on
atherosclerosis in ApoE-/- mice with high-fat diet.
Methods: 36 male apoE-/- mice (age, 8weeks) on a C57BL6/J background were
randomly divided into three groups with 12 animals in each group. Animals were
treated with intragastric administration as follows: Model group received PBS buffer
per day for 8 weeks; Simvastatin group received simvastatin (20mg/kg intragastric
administration) every day for 8 weeks; Combination therapy group were treated with
10mg/kg ezetimibe and 20 mg/kg simvastatin every day for 8 weeks. Then the whole
aorta mice were collected for oil red O staining use.
Results: Serum TG, TC and LDL-C levels were signiﬁcantly lower in simvastatin and
combination therapy group (P <0.01). TG and LDL-C levels were decreased more
signiﬁcantly in combination therapy group (P<0.01, compared with simvastatin
group). The percentage of aortic plaque area in simvastatin group and combined
therapy group was signiﬁcantly reduced (P <0.05), in which the combined therapy
group decreased more signiﬁcantly (P <0.01).
Conclusions: Simvastatin + ezetimibe therapy inhibits atherosclerosis more
obviously.
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Bone Marrow stem cells: Immune property genes assay and effect of
transplantation on the immune cells of heart failure patients
Ningkun Zhang, Lianru Gao, Tianchang Li, Zhiming Zhu, Haitao Tian, Zhiguo Wang,
Yu Chen
The Center of Cardiology, Navy General Hospital
Objectives: To investigate the effects of stem cells derived from bone marrow
(BMSCs) are not immunogenic and have immunosuppressive.C46 JACC Vol 64/16/Suppl C j OctobMethods: To evaluate the related mechanisms and the effect of transplantation on
body immune cells, we examined immune property genes expression in BMSCs and
levels of T-lymphocytes subgroups and immunoglobulins (Ig) in heart failure (HF)
patients with and without BMSCs transplantation. BMSCs express immune tolerance
genes HLA-E, HLA-G and HLA-F and immunomodulation genes VEGF, TGFb1,
HGF, HMOX1, IL1b, IL-6, LIF, LGALS-1/3/8, COX1/2 and PTGE, while they do not
express immune response-related genes HLA-DR, HLA-DQ, HLA-DP, CD80, CD86,
CD40 and CD40L.
Results: Were no signiﬁcant differences in blood CD3+, CD4+, or CD8+ T-lym-
phocytes subgroups and the CD4+/CD8+ ratio between patients who received cell
infusion and controls at the baseline and 3 days, 14 days and 1 month after trans-
plantation. In addition, no signiﬁcant differences among T-lymphocytes subgroups
and CD4+/CD8+ ratio among different time points were found in the transplantation
group or the control group. No obvious changes of plasma IgG/IgM were observed in
HF patients with BMSCs transplantation.
Conclusions: The immune properties of BMSCs are due to the expression of immune
avoidance and immunomodulation genes in the absence of immune response-related
genes. BMSCs are secure in immunological aspects when used as seed cells for
cardiac repair.
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A RTK-based functional RNAi screen reveals determinants of PTX-3 expression
Liu Hua, Qu Xin Kai, Fang Weiyi
Shanghai Chest Hospital
Objectives: The aim of the present study was to explore the role of receptor tyrosine
kinases (RTKs) in the regulation of expression of PTX-3, a protector in
atherosclerosis.
Methods: Human monocytic U937 cells were infected with a shRNA lentiviral vector
library targeting human RTKs upon LPS stimuli and PTX-3 expression was deter-
mined by ELISA analysis. The involvement of downstream signaling in the regulation
of PTX-3 expression was analyzed by both Western blotting and ELISA assay.
Results: We found that knocking down of ErbB2/3, EphA7, and FGFR3 and RET
impaired PTX-3 expression without effects on cell growth or viability. Moreover,
inhibition of AKT, the downstream effector of ErbB2/3, also reduced PTX-3
expression. Furthermore, we showed that FGFR3 inhibition by anti-cancer drugs
attenuated p38 activity, in turn induced a reduction of PTX-3 expression.
Conclusions: Altogether, our study demonstrates the role of RTKs in the regulation of
PTX-3 expression and uncovers a potential cardiotoxicity effect of RTK inhibitor
treatments in cancer patients who have symptoms of atherosclerosis or are at the risk
of atherosclerosis.
GW25-e5399
Effects of AngII and Ang-(1-7) on the Cholesterol Efﬂux in THP-1 Derived
Foam Cells
Yang Zhiming, Hui-Yu Yang, Shu-Wen Gong, Yun-Fei Bian, Guo-Bin Zhu,
Zhi-Ming Yang
Department of Cardiology, The Second Hospital of Shanxi Medical University,
Taiyuan, China
Objectives: To investigate the effects of angiotensinII (AngII) and angiotensin-(1-7)
[Ang-(1-7)] on scavenger receptor class B type1 (SR-BI), ATP-binding cassette
transporter A1 (ABCA1) and cholesterol efﬂux in THP-1 derived foam cells.
Methods: Human monocytic cell line (THP-1) were induced into macrophages by
100nmol/L phorbol myristate acetate (PMA) for 48h, and treated with ox-LDL to
construct the foam cells, then were randomly allocated into ﬁve groups: control group,
AngII group, Ang-(1-7) group, Ang-(1-7) +AngII group and AngII+Ang-(1-7) +A-
779 group. The mRNA and protein expression of SR-BI, ABCA1 were determined
by RT-PCR and Western blot, the intracellular cholesterol efﬂux rate was detected
by liquid scintillator.
Results: Compared with the control group, AngII decreased SR-BI and ABCA1 in both
protein and mRNA, and inhibited the cholesterol efﬂux (P<0.05). Those effects could
be attenuated by cotreated with Ang-(1-7) (P<0.05). However when incubated with
A-799, an inhibitor of Ang-(1-7), the effects of Ang-(1-7) on promoting the expression
of SR-BI, ABCA1 and the cholesterol efﬂux were signiﬁcantly abolished (P<0.05).
Conclusions: In THP-1 derived foam cells, Ang-(1-7) via its speciﬁc receptor MAS
attenuates the reduction of the expression of SR-BI and ABCA1 induced by AngII,
and increases the cholesterol efﬂux.
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Homocysteine impairs macrophage cholesterol efﬂux via
LXR alpha hypermethylation
Cong Guangzhi, Jia Shaobin, Wei Ning, Chen Dapeng, Chen Shulan
The General Hospital of Ningxia Medical University
Objectives: The mechanisms of homocysteine-mediated lipid disorder are poorly
understood. Liver X receptors alpha, as a cholesterol-sensing nuclear receptors, are the
key regulators of macrophage cholesterol efﬂux. This work aimed to explore the
methylation modiﬁcation mechanisms of LXR alpha in homocysteine impairing
cholsterol efﬂux in THP-1 macrophage.er 16–19, 2014 j GW-ICC Abstracts/Basic and Translational Medicine
Methods: In this study, cultured THP-1 derived macrophage were challenged with
clinical relevant concentrations of homocysteine for 24 h. Cellar cholesterol efﬂux
from THP-1 macrophages was analyzed using liquid scintillation counting assays. The
expression of LXR alpha and its target genes were assessed by real-time quantitative
PCR and western blot analyses. The methylation status of LXR alpha was detected by
methylation-speciﬁc PCR.
Results: In cultured THP-1 macrophage, homocysteine exerted cholesterol accumu-
lation, downregulates the mRNA and protein levels of LXR alpha in time- and
concentration-dependent (0 to 500mol/L) manner. Importantly, homocysteine hyper-
methylated speciﬁc CpG dinucleotides in the LXR alpha promoter. LXR activator
T0901317 reversed the cholesterol efﬂux and upregulated LXR alpha tatget genes
ABCA1 and ABCG1. Inhibition of DNA methyltransferase activity abrogated ho-
mocysteine-induced down-regulation of LXR alpha.
Conclusions: We concluded that homocysteine disrupted cholsterol metabolism in
macrophages associated with altered promoter DNA methylation and the transcrip-
tional repression of LXR alpha.
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Effect of Prenatal Hypoxia on The Cardiac Cell-extracellular Matrix
Connections in Rat Offspring
Huang ziyang, Yumin Ye, Zhenghua Wang, Ziyang Huang
Second afﬁliated hospital of Fujian medical university
Objectives: Prenatal chronic hypoxia is related to adulthood cardiovascular disease.
Local cardiac cell-extracellular matrix connection is one of the important factors
which cause myocardial remodeling; it remains unclear how prenatal chronic hypoxia
and the period of hypoxia affect Local cardiac cell-extracellular matrix connections
and myocardial remodeling. This article wants to study in different periods of chronic
hypoxia during pregnancy on the cardiac cell-extracellular matrix connections in rat
offspring, and try to explore some prenatal chronic hypoxia-induced possible mech-
anism of myocardial remodeling.
Methods: 25 pregnant SD rats, were divided randomly into 5 groups: Early pregnancy
hypoxia group (Pregnancy 1-7 days), Mid-pregnancy hypoxia group (Pregnancy
8-14days), Late pregnancy hypoxia group (Pregnancy 15-21 days), the whole preg-
nancy hypoxia group (Pregnancy 1-21 days) and Normal oxygen control group,5 rats
for each group. 5 male and 5 female offspring rats were randomly selected when they
were 1day, 1month, 3 and 5 month old. The expression of ADAM-9, ADAM-10,
ADAM-15 mRNA and the expression of MMP-1, MMP-9, and TIMP-1 in local left
ventricular of the offspring rats were detected from each group.
Results: Prenatal chronic hypoxia induced: (1) The expression of ADAM-9, ADAM-10,
ADAM-15mRNA in cardiac muscular tissue was increased in the offspring of hypoxic
exposure group (P<0.05), especially in the mid- pregnancy hypoxia group. (2) The
expression of MMP-1, MMP-9 in cardiac muscular tissue was increased, the expression
of TIMP-1 was reduced in the offspring of hypoxic exposure group (P<0.05), especially
in the mid- pregnancy and the whole pregnancy hypoxia group.
Conclusions: Prenatal chronic hypoxia can cause offspring rats myocardial remod-
eling by the change of the cardiac cell-extracellular matrix connections and related
inﬂammation factors. Male offspring rats in the mid- pregnancy and the whole
pregnancy hypoxia group change most obvious, it hint that obvious change of internal
environment in the key time when fetal rats cardiovascular system to develop might
cause more critical inﬂuence in offspring rats cardiac growth.
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Rosuvastatin Protect Hcy-Iuduced Injury Against Oxidative Stress In
Human Umbilical Vein Endothelial Cells
Hao Baoshun1, Liu Xuelian2, Liu Yong1, Yu Shujie1, Liu Dinghui1, Qian Xiaoxian1
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Objectives: To investigate the protect effects of rosuvastatin against the injury
induced by homocysteine (Hcy) in human umbilical vein endothelial cells
(HUVECs).
Methods: The HUVEVs were primary cultured. HUVECs from the second to fourth
generations were stimulated with different concentrations of Hcy and model of cell
injury was established. Then the HUVECs were pretreated with Rosu in different
concentration. Real time PCR was used to detect the expression of superoxide dis-
mutase (SOD) 1 mRNA. Activity of SOD was detected by xanthine oxidase tech-
nique. The content of methylenedioxyamphetamine (MDA) was determined by TBA
method. The level of nitric oxide (NO) in culture cell supernate of HUVECs was
measured by nitrate reductase method using NO assay kit.
Results: The expression of SOD1 mRNA signiﬁcantly decreased when HUVECs is
injured with 0.6mmol/L Hcy for 24 hours (P<0$05), while pretreated with rosuvas-
tatin for 2 hours, the expression level of SOD1 mRNA has signiﬁcantly increased
(P<0$05). The content of NO and SOD signiﬁcantly decreased when HUVECs is
injured with 0.6mmol/L Hcy for 24 hours (P<0$05), while pretreated with rosuvas-
tatin for 2 hours, the level of NO and SOD has signiﬁcantly increased (P<0$05). The
content of MDA signiﬁcantly increased when HUVECs is injured with 0.6mmol/L
Hcy for 24 hours (P<0$05), while pretreated with rosuvastatin for 2 hours, the level of
MDA has signiﬁcantly decreased (P<0$05).
Conclusions: Rosuvastatin can ameliorate the injury induced by Hcy through anti-
oxidative in HUVECs, and the effect is independent on its lipid-lowering effect.JACC Vol 64/16/Suppl C j October 16–19, 2014 j GW-ICC Abstracts/BGW25-e0061
Up-regulation of neuronal nitric oxide synthase modulates myoﬁlament Ca2+
sensitivity and controls left ventricular myocyte contractility in hypertensive rats
Jin Chun Zi, Cui Lan, Xu Wen Hu, Zhang Yin Hua, Zhao Guang Xian
Yan Bian University Hospital, Yanji, Ji Lin Province, 133000
Objectives: Hypertension is one of the major risk factors for developing cardiac
hypertrophy and heart failure. Although cellular signaling pathways, intracellular Ca2+
handling and myoﬁlament Ca2+ sensitivity are known to be altered in hypertensive
myocardium, mechanisms mediating left ventricular (LV) contractile function remain
to be deﬁned. It is known that neuronal nitric oxide synthase (nNOS) is up-regulated
in hypertensive myocardium, however, its role in myocyte Ca2+ handling and
myoﬁlament Ca2+ sensitivity and their interplays in regulating contractile function is
not clear. Therefore, we aim to test the functional regulation by nNOS of LV myocyte
contraction in angiotensin II (Ang II) -induced hypertensive rats.
Methods: Sprague-Dawley rats (8 weeks old, male) were subjected to Ang II infusion
subcutaneously using osmotic minipump for 4 weeks (125ng/min/kg). These animals
were paired with sham-operated groups.LV myocytes were isolated using a standard
enzymatic dispersion technique. Contraction and relaxation were measured in LV
myocytes (ﬁeld-stimulation at 2 Hz, 361oC) by using a video-sarcomere detection
system (IonOptix Corp).
Results: Systemic blood pressure was elevated in Ang II-treated rats (osmotic mini-
pump, 4 weeks) compared to that in shams. Functional analysis showed that LV
myocyte sarcomere shortening was unchanged and relaxation was faster in Ang II-rats
compared to those from shams. L-type Ca2+ channel activity (ICa) was not different
between two groups, however, peak [Ca2+]i was increased (Fura 2, F360/F380) and
decay of [Ca2+]i (tau) was faster in Ang II-rats. These changes were accompanied by
reduced myoﬁlament Ca2+ sensitivity (EC50). Immunoblotting results revealed that
nNOS protein expression was signiﬁcantly increased (optical density of nNOS/
GAPDH) in LV myocyte homogenates from Ang II-rats. Inhibition of nNOS with
speciﬁc inhibitors, S-methyl-L-thiocitrulline (SMTC, 100 nM) or N5-(1-Imino-
3-butenyl) -L-ornithine (L-VNIO, 100 uM) restored myoﬁlament Ca2+ sensitivity and
reduced [Ca2+]i in Ang II-rats.as a result, LV myocyte contraction was maintained
unaltered. Interestingly, ICa was increased by nNOS inhibition (similar to that in
sham) but tau of [Ca2+]i was not affected, despite that relaxation was signiﬁcantly
prolonged by SMTC or L-VNIO in Ang II-rats. A speciﬁc inhibitor of protein kinase
G (KT 5823, 1 uM) mimicked the effect of nNOS and increased myoﬁlament Ca2+
sensitivity, [Ca2+]i and LV myocyte contraction.
Conclusions: These results suggest that reduced myoﬁlament Ca2+ sensitivity by
nNOS plays predominant role in controlling intracellular Ca2+ handling and LV
myocyte contractility in hypertension.
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Mitochondrial DNA damage contribute to ischemia/reperfusion-injury in rat
cardiac myocytes: the protective effects of lycopene
Yue Rongchuan, Zeng Chunyu
Department of Cardiology, Daping Hospital, Third Military Medical University,
Chongqing
Objectives: Recent studies suggest that oxidative stress and mitochondrial dysfunc-
tion are involved in the pathogenesis of ischemia/reperfusion (I/R) -injury. Mito-
chondrial DNA (mtDNA) is highly vulnerable to oxidative stress and lycopene is
found to protect mtDNA against oxidative damage. Our recent study indicates lyco-
pene reduced I/R-injury in vitro by alleviating oxidative stress and preventing mito-
chondrial dysfunction. This study was aimed to determine whether mtDNA damage is
involved in the I/R-injury and whether lycopene can protect cardiac myocytes from
I/R-injury by inhibiting mtDNA damage.
Methods: We established I/R-injury model with rat in vivo and we also established
hypoxia/ reoxygenation-injury model with H9c2 cells to simulate I/R-injury in vitro.
Reactive oxygen species (ROS) and mitochondrial superoxide levels were determined.
Mitochondrial 8-hydroxyguanine (8-OHdG), mtDNA content and mtDNA transcript
levels were detected to ﬁnd out if mtDNA were damaged; the protein expression of
mitochondrial transcription factor A (Tfam) in mitochondrial, a key protein for
mtDNA transcription, replication and component for nucleoid organization were also
determined by western blot.
Results: I/R signiﬁcantly increased reactive oxygen species (ROS) production
and mitochondrial superoxide levels. In addition, I/R increased mitochondrial
8-hydroxyguanine (8-OHdG) content, while reduced mtDNA content and mtDNA
transcript levels. Consistent with these ﬁndings, I/R was found to decrease the protein
expression of Tfam in mitochondrial. Lycopene pretreatment efﬁciently attenuated the
oxidative damage to mtDNA induced by I/R both in vivo and in vitro.
Conclusions: Our results suggest that mtDNA damage may account for I/R-injury.
Lycopene has a great pharmacological potential in protecting mtDNA against the
I/R-injury in the heart.
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A polymorphism rs11614913 in pre-microRNAs may be associated with atrial
ﬁbrillation in Han Chinese population
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